physician's favourite corticosteroid happens to be. Full fertility can be restored to patients with adrenal hyperplasia by appropriate corticosteroid therapy, and its continuance during pregnancy is apparently necessary. If it is stopped, abortion is likely to ensue.
The Stein-Leventhal (polycystic ovary) syndrome is an occasional cause of primary amenorrhoea. To enter into a detailed discussion of physiopathology of this condition is not feasible here. The balance of evidence would seem to favour a disturbance of hypothalamic feedback response as the most probable central feature of the syndrome, the ovarian abnormalities, including enzymatic blocks to cestrogen synthesis, being secondary to abnormalities of gonadotrophin release by the pituitary. These ovaries are characteristically hyperresponsive to gonadotrophic stimulation. 
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Ovarian Pathology in Primary Amenorrhea
The morphological diagnoses in 16 cases were: dysgenetic ovary 11, miniature ovary 3, and Stein-Leventhal ovary 2, all being aberrations of ovarian development. This centres prenatally on germ-cell proliferation (none being formed thereafter) with ensuing centrifugal differentiation through follicle formation, ripening, atresia and conversion into stroma, and postnatally on the last three of these, most of the definitive stroma being formed from involuted theca (Potter 1963) , which is the key to morphological variation. If there are few or no follicles or if they are unresponsive, little stroma is produced and the ovary remains tiny; but if maturation and atresia are excessive (at an age when follicles are numerous, as in Stein-Leventhal cases), then the ovary fills centrally with fleshy cellular stroma along with corpora fibrosa and dislocated theca-lutein cells. The association of Stein-Leventhal ovary with primary amenorrhoea was noted by Stange (1957a). The 'miniature ovary' is much like that of a prepubertal girl of 5-7, of primary hypopituitarism, and of the 'follicular dysgenesis' of Kinch et al. (1965) . Our cases contained histologically normal ripening and atretic follicles, despite which 2 were totally unresponsive to exogenous gonadotrophin.
Recent work on pre-natal XO ovaries (Singh & Carr 1966 , Rushton et al. 1969 suggests that the main lesion is failure of follicle formation. Many germ cells die, leaving the ovary at birth with a temporary surplus of granulosa in clusters and cords ( Fig 5) (Graber 1937 , Dhom 1960 , Verger et al. 1962 , Fr0land et al. 1963 , Conen & Glass 1963 , Hodel & Egli 1965 . The later dysgenetic ovary varies in degree of parenchymal development and in its complement of aberrant epithelia. The former allows a rough classification (Teter 1964) into fibrous streaks, rudimentary ovaries with cortex and medulla, and the same with a few follicles (though actual variation is continuous). Our respective numbers were 5, 4 and 2.
Four main aberrant epithelia were seen. Seminiferous tubules with germinal aplasia (Fig 7) were found in 1/10 ovarian blocks from a typical XO Turner's syndrome, and were noted by Del Castillo & Argonz (1957) , Greenblatt (1958) twice, Bergada et al. (1962) and Teter (1964) . Nondescript epithelial islands -Brenner-like but with scanty cytoplasm (Fig 8) were seen in 3, and small hilar microfolliculoid nodules in 3 more. Medullary canals were present centrally in 8 and prominent in 4 ( Fig 6) . These structures (often misidentified as mesonephric) were reviewed by Joachimowitz (1935) and derived by him from overgrown rete. They are probably retefragments left behind in the ovary where it first forms, but this tissue is mostly shifted into the mesovarium from about 40 mm (Wilson 1926) .
Concretions were present in 3 cases. One had an associated microscopic gonadoblastoma and another a gross dysgerminoma. In a third (an XY patient) concretions were numerous throughout both ovaries which were wholly blocked and serially sectioned without finding any tumour. A few were associated with aberrant epithelia but most were free in the stroma (Fig 8) . Comparable tumour-free ovaries with concretions are described by Young (1940), Ikkos et al. (1959) and Bj0ro (1965) and with contralateral tumour only by Matsner (1923) and Meyer (1931) , Pol (1924) and Dominguez & Greenblatt (1962) . They probably start as calcified germ cells, whether in a tumour or not (Bieger et al. 1965 ).
Estimates of tumour frequency in these ovaries vary: we found the 2/11 cases just noted. Stange- findings as academic and Teter's earlier series as included later), we get 13 tumours in 128 casesor 10% in round figures. These were 4/5 germinal, divided equally between gonadoblastoma and dysgerminoma, and the incidence is lower in Turner's syndrome (4/55 or 7 %) than in the rest (9/73 or 12%).
An average of such a range (0-20%) carries little conviction, and correlation with the karyotype suggests that 10% is too high. The lists of Scott (1965) , Goldberg & Scully (1967) and Teter & Boczkowski (1967) cover between them 24 separate tumour cases of known karyotype, 
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and of these 21 (or 7/8) had a Y chromosome (confirming its sinister reputation here). Its average incidence is much less. The review of clinical material used here varies somewhat: yet the incidence of a Y chromosome ranges only between 1/8 and 1/5, so that the overall average figure (56/345 or 1/6) is probably not far wrong. Yet from these figures (10%, 7/8, 1/6) the tumour incidence in cases with a Y chromosome should be just over 50 % and without one 1 5 %. The first figure seems implausibly high, suggesting that the average of 10% is too high also. Whatever the Section ofObstetrics & Gynwecology 297 correct average, the presence of a Y chromosome raises the tumour expectation to five times this and so probably justifies prophylactic gonadectomy. This conclusion of course only applies to cases of ovarian dysgenesis and not to other intersexes. 
XX Group
All the XX patients except 2 presented with primary amenorrhcea. These 2, aged 13 and 15 years, were referred because ofgrowth retardation.
There was only one patient with failure of ovarian function who was of normal height. The remainder were either below 5 ft (1-52 m) or above 5 ft 4 in (1P63 m). Failure of ovarian function was diagnosed either by the presence of a high urinary gonadotrophin level or by the demonstration of streak ovaries at laparotomy or laparoscopy. XYGroup In the XY group there are 14 affected relatives from four families. One of the 14 patients with the complete form of testicular feminization had a seminoma with metastases to the para-aortic glands. She is alive and well 31 years after treatment by surgery and radiotherapy. The familial feminizing syndrome has been described elsewhere by Bartlett et al. (1968) . The propositus of this family had a dysgerminoma and is alive and well 31 years after surgery.
The clinical features of the patients with testicular failure ranged from tall patients with
